Treatment and Diagnosis. 0.02 ml of a 20% (on the basis of the weight of the thymus tissue) cell-flee supernate was injected into the thymus of young adult mice. Atter approximately 2 mo the animals were inspected weekly and the sick mice were isolated. The animals were sacrificed in a terminal state and autopsied, and when necessary histological examination was performed. The genetic evaluation of the results was based on works by Shreffier and David (8) , Klein (9) , David (1O), and Murphy et al. (11) .
Results and Discussion
For the first experiment mouse strains were selected on the basis of their H-2 and Fv-1 type. Where the availability of congenic strains permitted, the same independent H-2 haplotype was tested on at least two different backgrounds. Two conclusions could be drawn from this experiment (Table I) . First it became apparent that the Fv-1 b type congeneic series on the B6, B10, BALB, and A backgrounds are sensitive, while the Fv-1 n type on the C3H and DBA mice are resistant to leukemogenesis by a variant of the radiation leukemia virus (ARadLV). This observation is in agreement with the known effect of the Fv-1 resistance locus (3), and with the in vitro studies of Decl~ve et al. which suggest that RadLV is an Fv-1 B-tropic virus (12) . The second conclusion was that the leukemogenic effect of A-RadLV depends on the H-2 haplotype in Fv-1 ~ mouse strains. It can be seen from Table I that In the subsequent experiments strains carrying chromosomal recombinations within the H-2 complex were investigated. These strains were selected either for recombination between the resistant s and the sensitive k and d haplotypes, or for recombination between two sensitive haplotypes like k and b, d and b, or b and a. The first group could give information on the localization of a resistance locus within the H-2 complex on the basis of the suggested position of the recombination event in these strains. The second group was planned to detect whether some of these sensitive genotypes would complement for resistance. Additionally haplotypes yl and y2 were tested, and were found to be sensitive to leukemogenesis with A-RadLV, suggesting that q may be an additional sensitive H-2 haplotype. The two main groups (t2, t3, tl, an1 and h4, g, a, i, i5, respectively) however gave more detailed information which will be analyzed separately in Tables III and IV. It can be seen in Tables II and III , that haplotypes tl and an1 (strains A.TL and A.TFR1) which contain elements of the resistant s and of the sensitive k, a, or f haplotypes were highly sensitive, while t2 and t3 which are similar to these in origin, but differ in the position of the recombination, were resistant to leukemogenesis by A-RadLV. These data suggest that a resistance gene is localized between H-2K and subregion I-E in the left part of the I region of the H-2 complex. The left limit of this localization is indicated by the sensitivity of strains A.TL and A.TFR1 which carry the H-2K" allele of the resistant A.SW strain and have sensitive k alleles in the I region. The right limit is indicated by resistance in the B10.HTT strain which have resistant s alleles in H-2K and in subregions I-A, I-B, and I-J, and sensitive k and d alleles in the rest of its H-2 complex. Additionally, Tla types a, c, and b appear in this group, both in the resistant and in the sensitive strains, suggesting that this locus is not involved in the control of leukemogenesis by A-RadLV in the tested genotypes. We conclude from these data that in mouse strains carrying the permissive Fv-1 allele, viral leukemogenesis is most likely under the control of a locus within the left part of the I region. We propose Rrv-1 (resistance to radiation leukemia virus) as the preliminary designation for this locus. It is noteworthy that the localization of Rrv°l is very similar to that of most known Ir genes (1, 8) .
Another interesting observation was made in recombinant strains between sensitive haplotypes. Five such recombinant haplotypes were tested a, g, h4, i, and i5. It can be seen from Tables II and IV that one of these five strains, B10.A(5R), despite being the descendent of the sensitive b and a haplotypes, was resistant to A-RadLV. The most plausible explanation for phenotypic resistance in a genotype which derives from the recombination of loci from sensitive origins, is the complementation of two resistance genes. In line with this explanation the data analyzed in 
